Recent work has demonstrated that explicit error detection relies on a neural evidence accumulation process that can be traced in the human electroencephalogram (EEG). Here, we sought to establish the impact of natural aging on this process by recording EEG from young (18-35 years) and older adults (65-88 years) during the performance of a Go/No-Go paradigm in which participants were required to overtly signal their errors. Despite performing the task with equivalent accuracy, older adults reported substantially fewer errors, and the timing of their reports were both slower and more variable. These behavioral differences were linked to three key neurophysiological changes reflecting distinct parameters of the error detection decision process: a reduction in medial frontal delta/theta (2-7 Hz) activity, indicating diminished top-down input to the decision process; a slower rate of evidence accumulation as indexed by the rate of rise of a centro-parietal signal, known as the error positivity; and a higher motor execution threshold as indexed by lateralized beta-band (16-30 Hz) activity. Our data provide novel insight into how the natural aging process affects the neural underpinnings of error detection.
Extensive research over the past three decades has established that healthy older adults exhibit declines in performance across a variety of cognitive domains (Kray and Lindenberger, 2000; Spieler et al., 2006; Verhaeghen and Cerella, 2002) . Consequently, the ability to accurately monitor and evaluate ongoing performance is essential in older age to facilitate the detection of errors and the adoption of compensatory strategies. Yet, growing evidence suggests that performance monitoring itself is negatively impacted by the aging process (Harty et al., 2013; Palmer et al., 2014; Rabbitt, 1990) . This is particularly concerning in light of the associations that have been documented between impaired awareness of cognitive functioning and a range of unfavorable outcomes, including engagement in risky behavior, increased care-giver burden, poor motivation for treatment and poor general prognosis (Cotrell and Wild, 1999; David, 1992; Fleming et al., 1996; Malec and Moessner, 2000; Starkstein et al., 2007) . Although the effect of aging on behavioral metrics of performance monitoring have been established, the neural mechanisms mediating these changes remain poorly understood.
Electrophysiological research has largely focused on three neural signals that are thought to reflect mechanisms underpinning performance monitoring. The first of these is the error-related negativity (ERN/ Ne), a fronto-centrally distributed negative waveform that has been source localized to the posterior medial frontal cortex (pMFC; Dehaene et al., 1994; Luu et al., 2004) and is seen to peak approximately 50-100 ms after an erroneous action. Various functional hypotheses have been proposed for the ERN including that it reflects a mismatch between response representations for the correct and erroneous responses (Falkenstein et al., 1999 (Falkenstein et al., , 2000 , a reinforcement learning signal , response conflict (Botvinick et al., 2001; van Veen and Carter, 2002) and decision confidence (Shalgi and Deouell, 2012) . A common feature of these accounts is that the ERN reflects an evaluative post-response mechanism that is sensitive to negative action outcomes. More ambiguity endures regarding the extent to which the ERN is associated with explicit error detection, with several studies suggesting that it reflects preconscious mechanisms and many others suggesting that it is modulated by explicit awareness of error commission (for a review, see Wessel et al., 2011) . Hereafter, we use the term error detection to refer to explicit awareness of error commission.
The second of these error-related signals is medial frontal (MF) theta (i.e. 4-8 Hz) oscillatory power, which has also been source localized to the pMFC (Luu et al., 2004) . Increases in MF theta power are consistently observed around the time of response execution (Cavanagh et al., 2009; Cohen and Donner, 2013; Narayanan et al., 2013) , and MF theta is particularly sensitive to variations in performance accuracy and response conflict, showing greater power for errors compared to correct trials (Narayanan et al., 2013) , and for high conflict compared to low conflict trials (Cavanagh and Frank, 2014; Cohen and Donner, 2013; Cohen, 2014) . Visual inspection of error-locked time-frequency plots often suggests that error-related activity extends to lower frequencies (e.g. 2-3 Hz of the delta band). Given that this delta and theta activity is typically not fragmented in time-frequency space, authors have usually not distinguished between the contributions of each frequency band, but rather, either continue to refer to the component as MF theta (e.g. Cavanagh et al., 2009; Cohen, 2011; van de Vijver et al., 2014; Van Noordt et al., 2016) , or describe it as broad theta-band range or delta/theta (Cohen, 2015; Mueller et al., 2011; Munneke et al., 2015 ; but see Cohen and van Gaal, 2013; Yordanova et al., 2004) . There is, however, some evidence to suggest these time-frequency components may be dissociable in some circumstances (Cohen and van Gaal, 2013; Yordanova et al., 2004) . We have recently demonstrated that in young adults post-error power change contiguously spanning the 2-7 Hz frequency range predicts error detection from an early latency relative to error commission, and is also highly sensitive to the timing of error detection reports .
The third and final electrophysiological signal that has been linked to error detection is the late error positivity (Pe). The Pe is a slow positive waveform, which peaks 300-500 ms post-response and is maximal over centro-parietal regions. Its cardinal and unique feature is its contingency on explicit awareness of error commission, irrespective of stimulus modality and motor requirements (Nieuwenhuis et al., 2001; O'Connell et al., 2007; Murphy et al., 2012; Shalgi et al., 2009) . Recently, it has also been shown that the Pe exhibits build-to-threshold dynamics that predict both the timing and probability of error detection (Murphy et al., 2012 Steinhauser and Yeung, 2012) . These properties accord with proposals that error detection is a decision process that relies on the continuous accumulation of evidence that an error has been made until enough evidence has accumulated to pass an internal 'decision threshold' at which error detection is achieved (e.g. Steinhauser and Yeung, 2010; Ullsperger et al., 2010; Yeung and Summerfield, 2014) . We have furthermore shown that the rate at which the Pe rises (hereafter, build-up rate) mediates the relationship between MF delta/theta power and the timing of error detection suggesting that MF delta/theta activity indexes an important source of modulatory input for the error decision process .
To date, few studies have examined the neurophysiological mechanisms supporting error detection in healthy older adults. A number of studies have reported that the amplitudes of both the trial-averaged error-aligned ERN (Band and Kok, 2000; Beste et al., 2009; Falkenstein et al., 2001; Endrass et al., 2012; Mathalon et al., 2003; Mathewson et al., 2005; Nieuwenhuis et al., 2002; Schreiber et al., 2011; but see Eppinger et al., 2008; Larson et al., 2016; Pietschmann et al., 2011) and Pe (Capuana et al., 2012; Clawson et al., 2017; Larson et al., 2016; Mathewson et al., 2005; Niessen et al., 2017; Staub et al., 2014) of older adults are reduced, relative to young adults. Some studies have additionally documented age-related reductions in peri-error MF delta and theta oscillations (Anguera et al., 2013; Kolev et al., 2009; van de Vijver et al., 2014) . However, given that the majority of these studies did not included an overt measure of error detection it could not be determined to what extent attenuation of these components related to age-related reductions in explicit error detection per se. Two notable exceptions involved asking participants to indicate awareness of error commission with an overt response following a delay period (Niessen et al., 2017; Schreiber et al., 2011) . But, as highlighted by Klein and colleagues in a recent review (Klein et al., 2013) , a consequence of this approach is that any average group differences in the amplitude of the Pe may be partly, or even exclusively, due to differences in the timing of error detection, and not to failures of conscious awareness per se. These authors accordingly suggest that investigations of explicit error detection should include a speeded signaling response to obtain precise timing information about the awareness process, and avoid the amplitude being affected by a signaling latency jitter.
The manner in which recent work in young healthy adults has related error detection to a decision process provides a valuable framework for gaining a more precise understanding of the neural mechanisms underpinning the capacity for error detection in older adults, and other populations with error detection deficits (e.g. O'Connell et al., 2009) . Here, we exploited this knowledge to identify the neurophysiological basis of age-related reductions in error detection using a paradigm that requires participants to overtly signal their errors via a speeded manual response. Although we have previously established that error detection on this paradigm and the corresponding neural signals are not significantly affected by stimulus-evoked and motor-related activity in young adults (Murphy et al., 2012 , we were cognizant that age-related differences in sensory encoding and motor preparation may influence the likelihood and timing of error detection. Therefore, in addition to examining the ERN, Pe and MF delta/theta, we sought to assess age-related differences in visual evoked potentials (VEP) and a key motor preparation signal, lateralized beta band (16-30 Hz) activity. Given that previous research on age-related differences in motor preparation signals has almost invariably suggested that older adults require longer activation of the motor cortex to enable action execution (Cesp on et al., 2013; Kolev et al., 2006; Rossiter et al., 2014; Roggeveen et al., 2007) , we expected that older adults would exhibit greater pre-response lateralized beta desynchronization compared to younger adults. We additionally explored how a simple accumulation-to-bound model accounts for the age-related changes in error detection behavior.
Methods

Participants
Previous research examining age differences in our main variables of interest, explicit error detection (Harty et al., 2013; Schreiber et al., 2011) , Pe amplitude (Mathewson et al., 2005; Capuana et al., 2012; Clawson et al., 2017; Larson et al., 2016) and MF theta power (Reichert et al., 2016; Anguera et al., 2013) , have all reported medium to large effect sizes (Cohen's d) . Based on the assumption that these effect sizes could be inflated (Button et al., 2013; Larson and Carbine, 2017) , we used G*Power (version 3.1.9.2; Faul et al., 2013) to determine what sample size we would need to have 80% power to detect a small effect size (Cohen's d ¼ 0.2), for an alpha level of 0.05. This calculation suggested that a total sample of 52 would be sufficient to detect even a small effect of age on these variables. With scope for potential loss of participants due to poor data quality or violation of a priori criteria, we collected data on 31 healthy older adults and 32 healthy young adult controls. The data from the young participants has previously been published elsewhere (Murphy et al., 2012 .
All participants were right-handed, had normal or corrected-tonormal vision, had no history of color blindness, no history of psychiatric illness or head injury, and were not taking any psychoactive medications. Two older adults were excluded because their Mini-Mental State Examination (MMSE; Folstein et al., 1975) score indicated possible cognitive impairment (<24). Two older and two young adults were excluded due to poor accuracy on the task (<30% correctly withheld No-go trials). Another young adult was excluded due to technical issues with the EEG recording, and a final young adult was excluded because they had no observable Pe component. Larson et al. (2010) among others (e.g. Olvet and Hajcak, 2009 ) have reported that a minimum of 12 trials per participant is required to obtain a reliable signal-to-noise ratio for EEG analyses. Following artifact rejection, two older adults had less than 12 undetected error trials, and a further two had less than 12 undetected and detected error trials. These four participants were therefore excluded from the reported results. However, we confirmed that the same pattern of results was observed when the former two participants were included for the analyses that related uniquely to detected error trials. Accordingly, the reported data is based on a sample that consisted of 23 older adults (15 female) with a mean age of 71.2 (SD 6.38, range 65-88) and 28 younger adults (15 female), with a mean age of 23.5 (SD 5.8, . All participants were asked to refrain from consuming caffeine on the day of testing. Procedures were approved by the Trinity College Dublin ethical review board in accordance with the Declaration of Helsinki, and all participants provided written informed consent.
The error awareness task
We employed the error awareness task (EAT; Hester et al., 2005 Hester et al., , 2012 , which we have previously validated in older adults (Harty et al., 2013 (Harty et al., , 2014 and established that performance outcomes are representative of awareness on real-world tasks (Harty et al., 2013) . The EAT is a Go/No-go response inhibition task in which participants are presented with a serial stream of single color words, with congruency between the semantic meaning of the word and its font color manipulated across trials (see Fig. 1 ). Participants were trained to respond with a single 'A' button press in situations where the meaning of the word and the font color in which it was presented were incongruous (Go trial) and to withhold this response when either of two different scenarios arose: (1) when the meaning of the word and its font color were matched (Congruous No-go trial), and (2) when the word presented on the current trial was the same as that presented on the preceding trial (Repeat No-go trial). In the event of a commission error (failure to withhold to either type of No-go trial; referred to hereafter as an 'error response'), participants were trained to press a second 'B' button as quickly as possible when they realized their error (referred to hereafter as 'error detection response'). Hence, error detection on this task is operationalized as the ratio of signaled errors to total errors. The complexity of the EAT renders the adherence to all rules at all times quite difficult, consequently increasing the probability that the violation of a task rule will go unnoticed. Participants were instructed to use the thumb of their right hand for both "A" and "B" button responses (Microsoft "Sidewinder" Controller). Stimulus presentation was controlled by Presentation software (Neurobehavioral Systems).
All participants were administered at least six blocks of the EAT. Where possible (allowing for participants' willingness and time constraints), more blocks were administered to maximize the number of error trials available for analysis. On average, older adults completed 7.9 blocks (SD 0.9; range 6-10), while young adults completed 9.5 blocks (SD 0.7; range 8-10). Each block consisted of 224 word presentations, 200 of which were Go stimuli and 24 of which were No-go stimuli . All stimuli were presented for 400 ms, followed by an inter-stimulus interval of 1600 ms. Therefore, the duration of each block was approximately 7.5 min. For each block of the task, the stimuli were arranged in a pseudo-random order, with a minimum of three Go-trials between any two No-go trials. Once composed in this manner, all participants were presented with the same blocks in a fixed sequence. Stimuli appeared 0.25 over a white fixation cross and on a grey background. Although the data are not reported here, participants' pupil diameter was recorded throughout task performance (Eyelink 1000, SR Research). Participants rested their head on a table-mounted head-rest which fixed their distance from the computer monitor at 80 cm for the duration of the task in order to minimize head and eye movements. We ensured that all participants were well trained before commencing the first block of the task. Task training proceeded in four separate steps. First, participants were provided with an oral description of the task and the task requirements. Second, participants were asked to make speeded responses to a sequence of 10 standard Go-trials. Third, participants were presented with another sequence of 18 Go-trials, interceded by both a Repeat No-go stimulus and a Congruent No-go stimulus to which they were asked to withhold responding and to signal any errors. In the event that any stimulus was responded to inappropriately (withholding on a Go trial, responding on a No-go trial and/or lack of awareness press following this) the participant was automatically presented with feedback about their error and were required to repeat that training block until perfect accuracy was achieved. Fourth, participants advanced to an extended practice session without performance feedback. This practice session lasted approximately 4 min and allowed the experimenter to determine whether the participant was capable of performing the task without further instruction. In the event that the experimenter observed persisting problems with task performance during this practice session (low accuracy/poor signaling of errors), the entire training protocol was repeated. The vast majority of participants in both age groups exhibited adequate understanding and performance without any need for repetition. Two older adults persisted to have difficulty performing the task when the training protocol was repeated. However, these two older adults were the same two participants who were excluded on the basis of their poor MMSE score.
EEG data acquistion and pre-processing
Continuous EEG data were acquired using an ActiveTwo System (BioSemi) from 64 scalp electrodes in accordance with the standard 10/ 20 set-up, and digitized at 512 Hz. Horizontal and vertical eye movements were recorded using two horizontal EOG electrodes placed at the outer canthus of each eye and two vertical electro-oculogram (EOG) electrodes positioned above and below the left eye, respectively. EEG data were processed in MATLAB using custom scripting and subroutines from the EEGLAB toolbox (Delorme and Makeig, 2004) .
The EEG data were re-referenced offline to the average reference. A Fig. 1 . The 'Error Awareness Task.' Participants' primary task was to make a speeded manual response ('A') to all incongruent color/word stimuli and to withhold from responding to congruent stimuli (congruent no-go trial) or when the same word was presented on consecutive trials (repeat no-go trial). Following any commission errors, they were instructed to signal error detection as quickly as possible by pressing a secondary response button ('B').
high-pass filter of 0.5 Hz and, a low-pass filter of 95 Hz, and a notch filter to remove 50 Hz power line frequency were applied to the continuous EEG data. Noisy channels were identified by visual inspection of signal variance and removed. The data were segmented into contiguous epochs of 1s. The epoched blocks for each participant were then concatenated, and a preliminary lenient criterion was imposed to identify and reject epochs wherein a scalp channel exceeded an absolute value of 250 μV.
Temporal independent components analysis (ICA) was applied to the remaining data using the infomax algorithm. The ICA weights yielded through this procedure were subsequently back-projected on to the original continuous, unfiltered data of each participant. Independent components representing stereotyped eye blinks and saccades were identified and discarded, and the ICA-pruned data were low-pass filtered to 40 Hz. No high-pass filter was applied. The previously identified noisy channels were then interpolated (spherical spline) and these data were then re-referenced to average reference. Epochs of 7.7 s were extracted around each trial (À4.2-3.5 s) and baseline corrected relative to the 0.3 s interval preceding the target. Extracting such large epochs facilitated the application of the timefrequency analysis to a sufficiently large window (see below). A final rejection criterion was applied whereby any trials for which any scalp channels exceeded an absolute value of 100 μV were eliminated. For an overview of the number of trials that were rejected and analyzed for each age group see Supplemental Table 1 . The epochs were then converted to current source density (CSD; Kayser and Tenke, 2006) to increase spatial selectivity and minimize the representation of distal electrical activity (volume conduction).
ERP analysis
ERP analyses were carried out on four components of interest. These included two early visual evoked potentials, the P1 and N1, which were examined to explore the possibility that age-related declines in error detection may be attributable to impairments at the stimulus encoding stage; and the two previously discussed error-related components, the ERN and Pe. The precise electrodes used to measure each of these components were determined by identifying the electrode sites over which there was a maximal deflection of the grand average ERP of each group within time windows and scalp regions that have been circumscribed by previous research. This data-driven approach was employed with the view to excluding the possibility that older adults' signals would be identified as compromised solely due to having a marginally different topographical representation. Once the electrode sites for each component were determined, amplitude values were extracted from each participant's average waveform, and defined based on mean voltage measures, as detailed below. However, we also verified that the pattern of results did not differ when a peak detection approach was used. For the peak detection approach, the amplitude of the components were defined as the maximum (for positive components) or minimum (for negative components) voltage value within the same time windows used for the mean voltage measures. All ERP measures were baseline corrected relative to the mean activity in the 300 ms directly preceding stimulus presentation. This pre-target interval was chosen for baseline correction to avoid capturing the stimulus-evoked components that would inevitably be present in the pre-response intervals that are often employed for baseline correction (e.g. À400 to À200). However, in order to ensure that the Pe effects we report are not merely by-products of our baseline correction procedure, we also applied a baseline correction of À0.4 to À0.2 ms relative to the error-response to the Pe waveforms. The pattern of results was highly comparable with those observed for the Pe waveforms that were baseline corrected relative to the target (see Supplemental Fig. 1 ).
The amplitude of the P1 was extracted for each participant's average waveform, and was defined as mean voltage between 40 and 120 ms relative to stimulus onset. P1 peak latency was defined as the timing of the most positive voltage within this range. The amplitude of the N1, which directly follows the P1, was defined as the mean voltage between 100 and 200 ms relative to stimulus onset, and peak latency was defined as the timing of the most negative voltage within this range. Consistent with other studies (e.g. Brodeur et al., 2008; Murray et al., 2002) , these measures were extracted over the parieto-occipital electrodes that showed the greatest deflections at these latencies. These electrodes were P7, P8, P9 and P10 for the young adults, and P07, P08, P9, and P10 for the older adults (see Supplemental Fig. 2A ). The average amplitude and peak latency of the ERN were defined as the amplitude and timing, respectively, of the minimum voltage over fronto-central electrode sites in the 100 ms following error commission (Capuana et al., 2012; Falkenstein et al., 2001; O'Connell et al., 2009 ). For both age groups, the minimum voltage in this time window was observed over FCz (see Supplemental Fig. 2B ).
Trial-averaged measures of build-up rate, peak amplitude and peak latency of the Pe were extracted separately for waveforms locked to erroneous responses on No-Go trials (error-aligned) and to the subsequent error detection responses (detection-aligned). In the context of the accumulation-to-bound account of error detection each of these Pe measures corresponds to a specific parameter of the decision process: A) build-up rate reflects the rate at which evidence is accumulated by the error detection decision process; B) peak amplitude reflects the decision threshold that is placed on the evidence accumulation process. It is important to note that in this context, peak amplitude should be measured relative to the error detection response, as opposed to the error response, as in the latter case the amplitude will be affected by the variance in error detection response latencies; C) peak latency reflects the time at which the decision process is concluded, and will be determined by the combination of the lag between error commission and the onset of evidence accumulation, the build-up rate and decision threshold.
The grand-average spatial topographies were examined to determine the specific centro-parietal electrode sites over which the Pe was maximal for each group (Groom et al., 2010; Mathewson et al., 2005) . For the young adults, electrode sites Pz and P2 reflected the region of maximum Pe amplitude, whereas for older adults the Pe was maximal over electrodes POz and PO3 (see Supplemental Fig. 3 ). The average signal across these respective electrode sites was thus used to derive the Pe measures in each group. Note that, when we measured older adults' Pe signals over the same electrodes used for young adults, the group differences were even larger. We elected to adopt the more conservative approach of using the topographical maps to identify maximal deflections in order to exclude the potential influence of age-related changes in signal topography. The peak amplitude, peak latency and build-up rate of the Pe were otherwise defined in the same way for all participants, in a manner that was guided by the visual inspection of the grand-average waveforms of each age group. Pe amplitude was defined as the mean voltage within 300 ms-450 ms post-error in the erroraligned average waveforms and within À200 ms to 0 ms relative to the error detection response in the detection-aligned averages. Pe peak latency was defined as the time point at which the maximum amplitude was observed within a window spanning from 150 ms to 800 ms posterror in the error-aligned grand-average and within À400 ms to 0 ms relative to the detection report in the detection-aligned grand-average. The build-up rate of the Pe was measured as the slope of a straight line fitted to the waveform of each participant using a window from 150 ms to 300 ms post-error in the error-aligned average waveforms, and a window from À300 to À150 ms relative to the error detection response in the detection-aligned waveforms.
Given that grand average ERP measures may fail to capture the inherent variability in component amplitude and latency (Bland et al., 2011; Debener et al., 2006; Eichele et al., 2010) , we also extracted singletrial measures of Pe peak latency, amplitude, and build-up rate, and examined their relationship with error detection response times (RT d ). A 6 Hz low-pass filter was applied to mitigate the noise inherent in these single-trial measures (Spencer, 2004) . Single-trial peak latency and amplitude were defined as the timing and amplitude, respectively, of the maximum voltage from 200 ms post-error press to the slowest detection response for each participant. Build-up rate was defined as the slope of a straight lined fitted to each single-trial Pe in the 100 ms window preceding the peak latency of each trial.
Time-frequency analysis
Time-frequency analyses were carried out on two signals of interest: MF delta/theta and beta activity over the motor cortex contra-lateral to hand (right) used for response execution. Left hemisphere beta (LHB) was of interest because it has been shown to index the translation of the decision process into an overt motor response (De Lange et al., 2013; Donner et al., 2009; Kelly and O'Connell, 2014; O'Connell et al., 2012) . To facilitate the analysis of these signals, single-trial waveforms aligned to correct standard go trials, undetected error trials, detected error trials, and error detection responses were decomposed into their timefrequency representations through complex Morlet wavelet convolution using the newtimef function in EEGLAB (Delorme and Makeig, 2004) . This approach was applied to the entire epochs (7.7 s) in order to maximize the potential to estimate power at lower frequencies and to circumvent contamination of the time-range of interest by edge artifacts (Cohen and van Gaal, 2013) . The wavelet convolution was defined such that there were between 2 and 12 cycles per wavelet, linearly increasing across 90 linear-spaced frequencies ranging from 1 to 30 Hz. The resulting power estimates were normalized by conversion to the decibel (dB) scale (10*log10 [power/baseline]), where 'baseline' was defined as the across-trial average power at each frequency increment in the 300 ms prior to stimulus onset, and was derived and applied separately within each trial-type (go, undetected error, detected error, error detection response). Using a trial-type-specific baseline period ensures that any observed effects of trial-type are not driven by pre-stimulus differences in power. Conversion to a dB scale ensures that data across all frequencies, time points, electrodes, conditions and participants are on the same scale and are thus visually and statistically comparable.
This procedure was initially applied to all electrodes across all trials types. It revealed a prominent burst of power in the 2-7 Hz frequency range around the time of the primary response (correct standard go, detected error and undetected error; see Fig. 3A ), which was maximal over electrode FCz for both age groups. This peri-response delta/theta power change is consistent with the results of the statistical mapping procedure that we employed in Murphy et al. (2015) , and accords with a number of other performance monitoring studies that have observed contiguity between delta and theta bands for peri-response oscillatory power (see Cohen, 2015; Mueller et al., 2011; Munneke et al., 2015) . We also examined differences between the respective contributions of delta and theta by splitting the 15 frequencies within this range at two different reputed boundaries, namely, 3 Hz (e.g. Axmacher et al., 2008; van Driel et al., 2015) and 4 Hz (e.g. Cohen et al., 2009; Sauseng and Klimesch, 2008) , and included the resulting ranges as within-subject factors in two separate repeated measures ANOVA models. Splitting the frequencies at these boundaries resulted in Range 1: delta (2.30-2.95 Hz) versus theta (3.28-6.87 Hz) and Range 2: delta (2.30-3.93 Hz) versus theta (4.25-6.87 Hz). For these ANOVA, we also included Trial-type and Age Group as within-and between-subject factors, respectively. We observed no main effect of either Range 1 (F(1,  49) supporting the assumption of contiguity across the frequencies in the observed peri-response increase in delta/theta power. Accordingly, MF delta/theta power was derived from FCz, and was defined as the mean power of the average waveforms for each trial type from À200 to 500 ms relative to response execution. Importantly, selection of channels and time-frequency boundaries by means of the average event-related spectral perturbation across multiple trial types meant that this process was not biased by any potential trial-type differences (Cohen and van Gaal, 2013) . Single-trial MF delta/theta power on detected error trials was defined as the mean power from À100 to 400 ms relative to error commission. A pronounced decrease in beta power over the left motor cortex was also evident around the time of response, and was maximal over electrode site C3 (see Fig. 4A ). LHB was therefore measured from C3, and was defined as the mean power of the average waveforms for each trial type from À200 to 100 ms relative to the response.
Modeling of the error detection process
The error detection behavioral data of each age group was decomposed into distinct latent components of the decision-making process via the application of a variant Fig. 7A ) of Ratcliff and van Dongen's one-choice drift diffusion model (Ratcliff and Van Dongen, 2011) . In this model, noisy evidence for an error is assumed to accumulate over time at drift rate v until a decision bound a is reached, triggering the error detection response. Drift rate was assumed to be normally distributed across trials with a standard deviation η, and all non-decision-related processing was assigned to a non-decision time parameter t nd . We made the additional assumption that the temporal integration process terminated if a was not reached by a time deadline, thereby resulting in an undetected error. We estimated the participant-specific detection deadline empirically in order to retain a degree of freedom when assessing model fit: any extreme outliers (>mean þ 3.5 SD) were trimmed from each participant's detection RT distribution and the deadline was defined as the slowest remaining RT per participant. For young adults, this procedure resulted in an average deadline of 1146 ms relative to initial error commission (±200; range 810-1460 ms), while for older adults it yielded an average deadline of 1332 ms (±180; range 840-1680 ms).
The model was implemented using Euler's method to approximate the continuous-time diffusion process, with 15,000 iterations per predicted dataset simulated at 10 ms step size. In order to fit the model to the observed data for each participant, five RT quantiles (0.1, 0.3, 0.5, 0.7, 0.9) were computed from that participant's error detection RT distribution and the proportions of all error trials (detected and undetected) lying between those quantiles were multiplied by the total number of error trials to yield observed values (O). Accordingly, the defective cumulative probability distribution of error detection responses was used to derive per-quantile trial frequencies, which allowed the model to simultaneously fit both RT d and error detection accuracy. We then calculated the model-estimated proportions of trials that lay between these RT quantiles, and these were multiplied by the number of actual observations to generate the model-derived expected values (E). A χ 2 statistic Σ(O -E) 2 /E was computed and the parameters of the model were estimated by minimizing this value according to the commonly-used Nelder-Mead Simplex algorithm (Nelder and Mead, 1965) . Note that the aim here was not to construct a unified model of overall performance on the task (Pleskac and Busemeyer, 2010; Resulaj et al., 2009 ), but rather to decompose error detection behavior in isolation. For more general information on fitting drift diffusion models we refer the interested reader to an accessible review by Ratcliff and Tuerlinckx (2002) .
Statistical analysis
For all behavioral and EEG variables, values which deviated more than 3.5 standard deviations from the mean were identified and excluded from all subsequent analyses. Performance on the EAT was analyzed with respect to accuracy, error detection, mean RT for standard go-trials, mean error RT, and RT d . The latency of each RT d was calculated relative to time of the preceding error response. Trials where the detection response occurred after the onset of the next stimulus were counted as a detected error when calculating participants' behavioral measures of error detection, but were omitted from all EEG analyses. In order to maximize the number of trials for analyses, and because there was no Age Group Â Nogo trial type interaction for error detection (p ¼ 0.2), no distinction was made between Repeat and Congruous No-go trials. One-way ANOVA with Age Group as a between-participants factor were conducted to compare the age groups on performance indices of the EAT, the average detection aligned Pe and single trial measures of the Pe, and the fitted model parameters. A repeated-measures ANOVA was conducted to examine the impact of Trial-type (correct standard go-responses, detected error, undetected error) and Age Group on primary RT. We employed repeated-measures ANOVA with Age Group as a between-participants factor for a number of other analyses: to test for the presence of an error detection effect on the P1, N1, ERN, the error aligned Pe, MF delta/ theta and LHB, and also to examine the effect of Alignment (error-aligned versus detection-aligned) and Age Group on Pe amplitude. For the P1, N1, ERN and error-aligned Pe analyses, the within-participants factor was Trial-type (correct standard go-response, detected error response, undetected error response). For both the MF delta/theta and LHB analyses the within-participants factor was Trial-type, but the trial types of interest differed slightly for MF delta/theta (correct standard goresponse, detected error response, undetected error response) compared to LHB (correct standard go-response, detected error response, error detection response). Significant main effects (p < 0.05) were followed up with paired and independent samples t-tests. All between-and within-subject effects are accompanied by effect sizes in the form of etasquared (η 2 ), or where appropriate, partial eta-squared (η 2 p ). Betweenparticipant partial correlations (partial r) were used to examine the relationship between the dynamics of the Pe and MF delta/theta at the per-participant average single-trial level and behavioral measures of error detection (mean detection RT; error detection), while controlling for the effect of Age Group. Per-participant average single-trial measures were employed for these analyses to provide a finer representation of the Pe and MF delta/theta dynamics. To compare the correlation coefficients obtained for each group separately in a manner that controlled for the different sample sizes, a Fisher's z-transformation (Thomas et al., 2013) of the Pearson's r values was performed, and the level of significance was determined.
We carried out two unplanned one-way ANOVA to follow-up on the unpredicted observation that the amplitude of older, but not younger, adults' Pe was significantly smaller when aligned to their RT d relative to their error RT. Specifically, these ANOVA examined group differences in lag time and lag time variability, respectively, between single-trial peak latency and RT d.
Results
Behavioral data
Performance indices for the EAT are summarized in Table 1 . There was no significant group difference in Accuracy (F(1,49) young adults: 2.53 ± 2.2) and did not differ between groups (F(1,  49) 
Given that the total duration of task performance was on average longer for young, compared to older, adults (F(1,49) ¼ 53.55, p < 0.001), we also ran these analyses on the first 6 blocks of the EAT, the minimum number of blocks completed by any participant. The same pattern of results held up for this subset of the data (see Supplemental Information). We also observed a time-on-task reduction in error detection, which may be analogous to the vigilance decrement often observed on tasks that place high demands on endogenous attention (Lim et al., 2010) , but there was no interaction with age group (see Supplemental Information).
Electrophysiological data 2.2.1. Visual-evoked potentials
The grand-average waveforms and spatial topographies for the P1 and N1 for both groups are shown in Fig. 2A . For the P1, there was a main effect of Age Group (F(1,49) No main effect or interaction was observed for N1 peak latency (all p > 0.1, all η 2 p < 0.03). Thus, neither of these VEPs differentiated between errors that were detected versus undetected and therefore could not account for older adults' diminished rates of error detection.
Error-related negativity
The grand-average waveforms and spatial topographies for the ERN for both groups are shown in Fig. 2B . On correct trials, a negative deflection, termed the 'correct-response negativity' (CRN, Ford, 1999; Vidal et al., 2003) was also observed within the same time window of the ERN. There was a strong main effect of Age Group (F(1,49) 
Error-positivity
The grand-average waveforms and spatial topographies for the erroraligned and detection-aligned Pe for both groups are displayed in Fig. 2C . For the error-aligned Pe, we observed a strong main effect of Trial-type on Pe amplitude (F(2,94) ¼ 52.22, p < 0.001, η 2 ¼ 0.57) indicating that, consistent with previous reports (e.g. Nieuwenhuis et al., 2001 ; O'Connell et al., 2007 O'Connell et al., , 2009 , the Pe was only evident on detected error trials. There was also an effect of Age Group (F(1,47) the EAT task and the requirement to maintain multiple goals at once, one concern was that elderly participants might more frequently neglect to signal errors despite being aware of having made them. If so, one would predict larger Pe amplitudes following undetected errors in the elderly compared to the younger group, but this was not found to be the case. This observation substantiates our assertion that older adults' lower rates of error detection were due to reductions in the capacity for conscious error detection per se, as opposed to dual-task demands or motor execution failures. Older adults also exhibited a significantly slower Pe build-up rate (F(1,49) ¼ 5.07 p ¼ 0.029, η 2 ¼ 0.10) compared to young adults, but no age-related differences were observed for peak latency
For the detection-aligned Pe, older adults had a significantly smaller amplitude (F(1,49) 
and later peak latency (F(1,49) ¼ 5.31, p ¼ 0.026, η 2 ¼ 0.10), relative to young adults (Fig. 2D) . A repeated-measures ANOVA also revealed an Age Group Â Alignment interaction (F(1,49) ¼ 4.67, p ¼ 0.036, η 2 p ¼ 0.09) on Pe amplitude. Paired-samples t-tests indicated that, for young participants, the difference between the error-aligned and detection-aligned Pe was non-significant (t(27) ¼ À0.39, p ¼ 0.698, η 2 < 0.01), but for older adults, the amplitude of the detection-aligned Pe was attenuated relative to the error-aligned Pe (t(22) ¼ 3.18, p ¼ 0.004, η 2 ¼ 0.32). We reasoned that this unpredicted observation might be attributable to older adults having greater difficulty executing their motor response once they were consciously aware that they had made a mistake. If this were the case, it would potentially introduce a variable time-lag between the peak of the Pe (marking commitment to the error detection decision) and the timing of the error detection response, thus leading to an attenuated peak amplitude in the average 'detection-aligned' waveform. This hypothesis Fig. 2 . The grand-average event-related potentials for young and older adults. (A) P1 and N1 waveforms of young and older adults aligned to stimulus onset, separately for detected errors, undetected errors and standard go responses. There was no difference in either of these components for detected and undetected errors in either group. Waveforms were measured and plotted from electrode sites, P7, P8, P9 and P10 for the young adults, and P07, P08, P9, and P10 for older adults (B) ERN (and CRN) waveforms of young and older adults aligned to the response, separately for detected errors, undetected errors and standard go response. Older adults had smaller ERNs and CRNs than their young counterparts. Waveforms were measured and plotted from electrode site, FCz. (C) Error-aligned Pe waveforms for both age groups. The Pe was only evident on detected error trials. On detected error trials, older adults had a significantly smaller amplitude and slower build-up rate, relative to young adults. Spatial topographies show distribution of associated activity in young and older adults. (D) Detectionaligned Pe waveforms for both age groups. Older adults had a significantly slower build-up rate, later peak latency and smaller amplitude relative to young adults. The Pe waveforms were measured and plotted from electrode sites Pz and P2 for young adults, and POz and PO3 for older adults.
could be tested by assessing group differences in lag time and lag time variability between single-trial peak latency and RT d using a one-way ANOVA. Here, we found that older, compared to young, adults showed a non-significant trend towards greater lag time (t(27) ¼ 3.39, p ¼ 0.072, η 2 ¼ 0.06), and more importantly, demonstrated significantly greater lag
It is therefore plausible that greater jitter in older adults' response execution may have compromised the relationship between the timing of error detection and the grand-average detection-aligned Pe that has previously been documented in young adults (Murphy et al., 2012 . Hence, while the amplitude of the grand-average error-aligned Pe is sensitive to jitter in the timing of error detection (Murphy et al., 2012) , the amplitude of the detection-aligned Pe also appeared to be sensitive to jitter in the preparation and execution of the motor response. However, our planned single-trials analyses of the Pe circumvented these constraints, and allowed us to verify that the group differences in the grand-average Pe were not solely attributable to having collapsed the data to the mean. Single-trial measures of peak latency, amplitude and build-up rate were extracted and averaged for each participant. One-way ANOVA on the per-participant average single-trial measures revealed that older adults had later peak latencies (F(1,49) 
and slower build-up rates (
to young adults. Thus, a similar pattern of group differences was also apparent at the single-trial level.
Between-participants partial correlation analyses were conducted using the per-participant average single-trial measures to examine the relationships between the distinct parameters of the Pe and behavioral measures of error detection, while controlling for the effect of group. Mean RT d was positively correlated with peak latency (partial r ¼ 0.45, p ¼ 0.001) and negatively correlated with build-up rate (partial r ¼ À0.431, p ¼ 0.002). Error detection rates were negatively correlated with peak latency (partial r ¼ À0.312, p ¼ 0.027) and positively correlated with build-up rate (partial r ¼ 0.301, p ¼ 0.034). Amplitude was not correlated with either mean RT d (partial r ¼ À0.020, p ¼ 0.891) or error detection (partial r ¼ 0.047, p ¼ 0.747). Fisher's z tests confirmed that the Pearson's r correlation coefficients for each group were not different for any of the relationships (all p > 0.2) Thus, analogous to young adults , older adults with shallower build-up rates and later peak latencies of the Pe were slower at signaling their error detection, and generally detected a smaller proportion of the errors they committed.
MF delta/theta
For response-locked MF delta/theta power we observed a strong main effect of Age Group (F(1,49) ¼ 24.61, p < 0.001, η 2 ¼ 0.33), with older adults exhibiting reduced MF delta/theta for all trial types (see Fig. 3B ). There was also a main effect of there was an age-related reduction in MF delta/theta power across all trial-types, but older adults' MF delta/theta power nonetheless discriminated detected error from undetected error trials in a similar manner to that observed in young adults. Partial correlations, controlling for age group, indicated that average MF delta/theta power for detected error trials was negatively related to mean RT d (partial r ¼ À0.29, p ¼ 0.043) and positively related to error detection (partial r ¼ 0.28, p ¼ 0.047). Again, Fisher's z test confirmed that the strength of the relationship between MF delta/theta power and mean RT d (z ¼ À0.3, p ¼ 0.76) and error detection (z ¼ 1.17, p ¼ 0.24) were not significantly different between the two age groups. Thus, analogous to young adults , older adults with a relatively weaker MF delta/theta response were slower at signaling their detection of errors, and generally detected a smaller proportion of the errors they committed.
The age-related reduction in MF delta/theta was also apparent when the detected error waveforms were aligned to the error detection response (F(1,49) ¼ 13.21, p ¼ 0.001, η 2 ¼ 0.21; Supplemental Fig. 4 ).
Left hemisphere beta
For LHB we observed a main effect of Age Group (F(1,45) ¼ 11.43, p ¼ 0.002, η 2 ¼ 0.20), this main effect was due to overall greater LHB desynchronization for older relative to young adults (see Fig. 4) , and is consistent with other studies that have suggested that older adults require longer activation of the motor cortex to enable action execution (Cesp on et al., 2013; Kolev et al., 2006; Rossiter et al., 2014; Roggeveen et al., 2007 5 ). Not surprisingly, partial correlations, controlling for age group, indicated that greater LHB desynchronization for the error detection responses was negatively related to mean RT d (partial r ¼ À0.527, p < 0.001). There was no association between LHB desynchronization and rates of error detection (partial r ¼ 0.164, p < 0.276). Once again, Fisher's z test indicated that there was no difference in the correlation coefficients between young and older adults for either
Diffusion modeling
Lastly, a computational model of the error detection process that incorporates key features of accumulation-to-bound decision-making accounted well for the behavioral data of both groups, reproducing the shapes of the group-level and single-participant RT d distributions (Supplemental Fig. 6B ; 6D, Table 2 ), as well as the substantial inter-individual variability in levels of error detection (Supplemental Fig. 6C ; 6E). Oneway ANOVA applied to each of the fitted model parameters indicated that older adults had a higher decision threshold (a) than young adults (F(49) ¼ 4.15, p ¼ 0.022), but no other model parameters differed across groups (all p > 0.1). Thus, consistent with computational modeling work that has been carried out for first-order perceptual decision-making (Forstmann et al., 2011; Ratcliff et al., 2006; Ratcliff and Smith, 2010; Starns and Ratcliff, 2010; Strayer et al., 1987 ), the present model accounted for age-related differences in the second-order decision process via an increase in the decision criterion.
Discussion
Consistent with our previous findings (Harty et al., 2013) , despite comparable levels of primary task accuracy on the EAT across both age groups, older adults exhibited significantly poorer levels of error detection relative to young adults. The utilization of a speeded, as opposed to a delayed, error detection response in the present study additionally revealed that the emergence of error detection was also slower and more variable in older, relative to young, adults. At the electrophysiological level, we found that VEPs for detected errors were indistinguishable from VEPs for undetected errors in both groups, indicating that older adults' diminished rates of error detection were not attributable to impairments at sensory encoding stage. Instead, our analyses highlight the Pe, MF delta/theta and LHB oscillatory activity as the key mediators of age-related impairments in error detection.
Several lines of recent evidence suggest that activity in the medial prefrontal cortex, as indexed by MF delta/theta power, plays a significant role in the error detection process; increased MF delta/theta is associated with faster error detection, improved error detection accuracy, a faster Pe build-up rate and an increase in the drift rate parameter of the drift diffusion model . However, it remains unclear as to whether MF delta/theta is itself a source of error detection evidence (Yeung et al., 2004) , or whether it indirectly informs the decision process by modulating activity in other task relevant regions when conflict is detected (cf Cavanagh and Frank, 2014; Murphy et al., 2015) . Here, we found that the intimate relationship between MF delta/theta and the speed and accuracy of error detection was also evident in the older group but their MF delta/theta responses were weaker for all trial types, relative to the young group. This latter observation adds to a number of other reports of diminished MF delta and theta in older adults across a range of cognitive domains (Anguera et al., 2013; Cummins and Finnigan, 2007; Finnigan and Robertson, 2011; Kolev et al., 2005 Kolev et al., , 2009 van de Vijver et al., 2014) and is consistent with age-related declines in grey and white matter density (Burzynska et al., 2010; Mann et al., 2011) , and glucose related metabolic activity (Pardo et al., 2007) in the prefrontal cortex. Of central importance to the present study, however, the age-related reduction in MF delta/theta suggests that at least one source of input for the error detection decision is less available to older adults.
Consistent with several other studies, we observed an age-related reduction in the amplitude of the ERN (e.g. Band and Kok, 2000; Beste et al., 2009; Falkenstein et al., 2001 ; but see Larson et al., 2016) , but the ERN did not differentiate detected and undetected errors. While this finding stands in opposition with some studies, it is consistent with many others (Wessel et al., 2011) . When we consider that the ERN is known to be sensitive to response conflict, cognitive control and reward prediction error (Botvinick et al., 2001; van Veen and Carter, 2002) it is plausible that the EAT elicits, or places demands on, these cognitive phenomena irrespective of trial-type. However, the lack of an error detection effect for this component may also reflect the fact that the ERN exclusively reflects phase-locked activity whereas the present measure of MF delta/theta oscillatory activity reflects both the phase-locked and non-phase locked pMFC error-related activity (Luu et al., 2004; Trujillo and Allen, 2007) .
Following error commission, the Pe exhibits a gradual build-up, reaching a stereotyped amplitude immediately prior to error detection responses and thus indexes an error detection decision variable. In accord with the reduction in MF delta/theta activity, we also observed a Fig. 3 . Medial frontal delta/theta in young and older adults. (A) Response-locked time-frequency plots of medial frontal (MF) power, in each age group, averaged across standard go, detected error, undetected error trials. (B) Grand-average temporal evolution of response-locked MF delta/theta (2-7 Hz) for standard go, detected error, undetected error trials and waveforms for each group. MF delta/theta power discriminated detected from undetected error trials in both groups, but older adults exhibited a general reduction in MF delta/theta irrespective of trial type. Waveforms were measured and plotted from electrode site, FCz. Spatial topographies show distribution of associated activity across a time window of À100 ms to 400 ms, relative to the primary response.
significant age-related reduction in the build-up rate of the Pe. Both of these age-related neurophysiological changes were, in turn, associated with slower error detection responses. These neurophysiological data and behavioral data thus provide convergent evidence that older adults accumulated internal information regarding performance accuracy at a slower rate.
Older adults' Pe amplitude was also significantly diminished at the time of error detection responses. This suggests that they based their error detection decisions on less evidence, which is also consistent with their apparent deficits in the representation and/or the accumulation of evidence, as indexed by MF delta/theta and the build-up rate of the Pe.
These findings contrast with the model fits, which instead suggested that older adults' slower and less frequent error detection could be explained by an increase in decision threshold. On the other hand, the models prediction of an elevated decision threshold in older adults accords with the observation of age-related increase in pre-motor beta-band activity prior to response execution. Our simple model may not have been able to disentangle the impact of elevated motor threshold and diminished evidence accumulation rate on performance since, in a model with only a single decision bound, both changes would result in slower and less frequent error detection. It is also possible that while Pe amplitude serves as a valid proxy for decision threshold within-subjects, this may not extend to between-groups comparisons since inter-individual differences in amplitude may partly reflect differences in cortical structure. It is worth noting that similar caveats may apply to studies that have attempted to model primary perceptual decision making in older adults. These studies have by and large reported that age-related changes in primary perceptual decision-making can also be explained by a higher decision criterion (Forstmann et al., 2011; Ratcliff et al., 2006; Ratcliff and Smith, 2010; Starns and Ratcliff, 2010; Strayer et al., 1987) . None of these studies examined either decision or motor execution neural indices, but an independent series of studies have reliably demonstrated that the amplitude of the P300, which has recently been shown to encode evidence for primary perceptual decisions (Twomey et al., 2015) , is also Fig. 4 . Left hemisphere beta in young and older adults. (A) Response-locked time-frequency plots of left hemisphere beta (LHB) power, in each age group, averaged across standard go, detected error, undetected error trials. (B) Grand-average temporal evolution of response-locked LHB (16-30 Hz) for standard go, detected error, undetected error trials and waveforms for each group. Older adults exhibited significantly greater LHB desynchronization, relative to young adults, irrespective of trial type. Waveforms were measured and plotted from electrode site, C3. Spatial topographies show distribution of associated activity across a time window of À120 ms to À20 ms, relative to the primary response. reduced in older adults (e.g. Friedman, 2003; O'Connell et al., 2012; Polich and Criado, 2006) . Our modeling efforts should be considered as a first attempt to apply conventional modeling procedures to older adults' error detection behavior, and a next important step will be to develop more sophisticated models that can take account of primary performance on the task, as well as error detection behavior, in a manner that also reconciles with the underpinning neural signals.
Given that older adults exhibited slower response times and greater response preparation for motor execution at the neurophysiological across all trial types, it is important to consider that their poorer error detection may be attributable to slower motor processing. However, there are a number of pieces of evidence that challenge the notion that the observed age-related reduction in error detection is merely a function of slower motor processing. First, we found that there was no evidence of a 'Pe' for 'undetected' errors in either age group. This observation supports the assumption that errors which were not signaled by older adults failed to reach the threshold for conscious awareness, and accordingly suggests that older adults' lower rates of error detection were not due to motor execution failures. Second, while there was an association between older adults neural index of motor preparation and the timing of their error detection response, there was no association between this index and their rates of error detection. Third, a larger sample of older adults also exhibited an error detection deficit on a version of the EAT which did not require a speeded response, and wherein error detection responses were accepted up to 3 s following error commission. This deficit was still evident when we controlled for their 'speed of motor response' and 'speed of cognitive response' (see Harty et al., 2013) . And finally, in this same study, we observed a positive association between error detection abilities on the EAT and conscious error detection on two measures of real-world cognitive functioning (Harty et al., 2013) . Taken together, these findings suggest that although poorer motor execution abilities may have contributed to slower error detection responses for older adults, it seems unlikely that they are the sole source of the observed reduction in rates of error detection.
We must acknowledge that the large number of analyses conducted in this investigation confers an increased risk of Type 1 errors, and we would accordingly caution that replication of these effects is warranted. However, we would also highlight that the majority of our analyses were motivated by a strong theoretical framework and a-priori predictions based on previously published empirical work.
In conclusion, the present study constituted the most comprehensive characterization of the electrophysiological basis of explicit error detection in healthy older adults, to date. Consistent with what was previously documented for young adults , we found that behavioral measures of error detection in older adults showed intimate associations with MF delta/theta and the Pe. However, we also found general age-related reductions in MF delta/theta power, as well as a shallower build-up rate and later peak latency of the Pe, suggesting that older adults' poorer levels of overall error detection are linked to a weaker top-down error signal, and/or declines in the ability to accumulate evidence relating to performance accuracy. Our analysis of LHB further suggested that older adults' reduced error detection abilities are compounded by a need for greater motor preparation to generate a response. Thus, the EEG data reveal a mixture of neurophysiological changes that contribute to older adults' reduced capacity for error detection. Future efforts to develop more sophisticated models of the decision process, that are informed by neurophysiological data, could be fruitful for gaining further mechanistic insight into the nature of error detection deficits in healthy older adults and clinical populations.
